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Abstract
Background: Lymph node infarction is known to occur in association with many non-neoplastic
and neoplastic conditions however its occurrence in association with DIC is not reported hitherto
in the literature.
Case presentation: We describe an unusual case of lymph node infarction in a twenty seven year
old male following disseminated intravascular coagulation (DIC) in a case of dengue fever. Multiple
sections of the infarcted and the surrounding non-infarcted lymph nodes failed to reveal any
predisposing condition. How ever the parahilar vessels showed thrombotic occlusion, which must
have been responsible for the infarction.
Conclusion:  Global infarction of the lymph node may mask the underlying pathology. Any
malignancy especially lymphoma may coexist or follow lymph node infarction, therefore the patient
needs constant surveillance.
Background
Lymph node infarction is a rare occurrence as it has abun-
dant vascularity. Infarction can be due to various non-
neoplastic and neoplastic conditions. It may frequently
fore shadow neoplastic conditions especially lymphoma
and a diligent search should be undertaken to identify the
cause. We present a case of lymph node infarction
detected in association with disseminated intravascular
coagulation in a serologically proven case of Dengue
fever.
Case presentation
This twenty-seven years old male presented with com-
plaints of fever with rigor and chills and sore throat for ten
days. It was associated with myalgia and recurrent vomit-
ing followed by diffuse maculopapular rash all over the
body with sparing of mucous membranes and periorbital
tissues. On examination, he had conjunctival congestion
with toxic facies. He had a past history of gout for which
he received allolpurinol for twenty days and phenytoin
for sudden loss of consciousness in another institution.
There was no past history of tuberculosis, diabetes or
hypertension.
Bilateral hard indurated cervical lymphadenopathy and
bilateral inguinal lymphadenopathy was also observed
along with bilateral parotid and submandibular gland
enlargement. Hepatosplenomegaly was detected on ultra-
sonography. Hemogram on several occasions from
admission revealed normal hemoglobin and red blood
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cell morphology. There was transient neutrophilic leuko-
cytosis, whereas platelet counts and erythrocyte sedimen-
tation rate were normal throughout. During his treatment
with ceftriaxone, he suddenly developed shock, cyanosis
and acute renal failure for which he was given inotropic
support, amoxicillin, ceftazidine and steroids. He gradu-
ally responded and recovered in due course of time. A
clinical diagnosis of shock syndrome due to Dengue fever
or Epstein Barr virus (EBV) or streptococcus or phenytoin
induced hypersensitivity syndrome was made. The Den-
gue virus IgM antibody Elisa was positive and serum D-
dimer levels were positive (>200 ng/ml). Anti EBV IgG
antibody test was positive but EBV IgM antibody test was
negative. The serology tests for anti- cytomegalovirus anti-
body, anti leptospira antibody, Widal test, brucella (abor-
tus and melitensis), and HIV were negative. The blood,
throat swab and urine cultures were sterile. Paul-Bunnel
and Weil-Felix tests were negative. Cervical lymph node
biopsy was undertaken for histopathology.
Gross examination revealed four lymph nodes, the largest
one measuring 1.5 cm and the rest below 1 cm. On micro-
scopy, two of the lymph nodes (including the largest one)
showed near total infarction of the parenchyma with pres-
ervation of cellular outlines of the lymphocytes (Fig 1). A
thin rim of viable subcapsular normal mature lym-
phocytes along with neutrophils and plasma cells were
identified. The medullary vessels showed vascular conges-
tion however the blood vessels in the perinodal adipose
tissue showed multiple fibrin thrombi with congestion in
some of the vessels (Fig 2).
Multiple deeper sections revealed perinodal granulation
tissue with viable subcapsular lymphoid tissue but no
Lymph node infarction with viable rim of sub capsular lymphoid tissue Figure 1
Lymph node infarction with viable rim of sub capsular lymphoid tissue. (40X, H & E) Inset: Note the cellular outlines of the indi-
vidual lymphocytes, which have undergone coagulative necrosis. (400X, H&E).BMC Clinical Pathology 2005, 5:11 http://www.biomedcentral.com/1472-6890/5/11
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atypical cells, histiocytes or granulomas were seen. Stains
for fungi and acid-fast bacilli were negative. The adjacent
two uninvolved lymph nodes showed features of reactive
change. Immunohistochemistry with B- cell (CD20) and
T- cell (CD3) markers was performed. The viable lym-
phoid tissue showed an admixture of both B and T-cells.
The infarcted tissue showed variable positivity and these
markers highlighted few reactive follicles (Fig 3). The
uninvolved lymph nodes also showed a normal positivity
pattern.
The patient was asymptomatic thereafter and had com-
plete regression of the lymph nodes. He was lost to follow
up after two months of discharge from the hospital.
Lymph node infarction is a rare phenomenon reported in
literature in association with various neoplastic and non-
neoplastic conditions. The non-neoplastic conditions
associated with infarction are namely polyarteritis
nodosa, viral infections (Parvovirus B19, Infectious
mononucleosis), cholesterol atheromatous embolism,
thrombosis, gold injections, intestinal volvulus, postme-
diastinoscopy, mononeuritis multiplex, fine needle aspi-
ration cytology and finally may be idiopathic [1-11].
Hemorrhagic infarction of hilar lymph nodes has also
been reported recently in association with heart lung
transplantation. [1,2]
The neoplastic lesions most commonly associated with
infarction are malignant lymphoma and metastatic
melanoma [1,13-15]. The differential diagnosis pertain-
ing to the present case would be the above mentioned two
conditions along with necrotizing lymphadenitis
(Kikuchi's lymphadenitis), mucocutaneous lymph node
syndrome, and necrotizing granulomatous inflammation.
Perinodal blood vessels show marked congestion (H&E-40X), and fibrin thrombi (Inset-H&E-100X) Figure 2
Perinodal blood vessels show marked congestion (H&E-40X), and fibrin thrombi (Inset-H&E-100X).BMC Clinical Pathology 2005, 5:11 http://www.biomedcentral.com/1472-6890/5/11
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Serial deeper sections failed to reveal any evidence of
either lymphoma or melanoma, any granulomatous
inflammation, and vasculitis or monocytoid histiocytes,
thus ruling out the above mentioned conditions. Drug
induced hypersensitivity reactions in a lymph node espe-
cially due to phenytoin are known in the form of inter fol-
licular expansion by a mixed infiltrate of immunoblasts,
plasma cells and eosinophils with varying degrees of vas-
cular proliferation. Focal necrosis has also been observed.
Other drugs have been reported to show reactive change
[16]. These changes were not seen in the present case in
the non-infarcted lymph nodes. In the present case it
appears that infarction of the lymph node occurred before
the DIC became clinically evident.
A completely infarcted lymph node should alert the
pathologist to the high possibility of malignant lym-
phoma, as it is the most common cause of spontaneous
lymph node infarction [5]. Further investigation can be
carried out by taking multiple deeper sections of the inf-
arcted lymph node to visualize the viable subcapsular tis-
sue for any clue of malignancy. Immunohistochemistry
has been done on the infarcted lymph node sections to
establish the underlying pathology. Although it is widely
believed that necrotic tissue is not suitable for immuno-
histochemical study, this view may be inaccurate. [17-20]
The detection of spontaneous lymph node infarction
should alert the pathologist and the clinician alike for an
associated or underlying impending pathology. In a mul-
ticentre study of 51 cases of lymph-node infarction seen in
the 30-year period, Maurer et al identified 14 cases of
malignant lymphoma synchronously with the infarct. Of
the remaining 37 patients, six showed manifestations of
CD20 immunohistochemistry highlights the viable subcapsular lymphoid tissue, where as the adjacent infarcted area also shows  focal positivity (H&E-200X) Figure 3
CD20 immunohistochemistry highlights the viable subcapsular lymphoid tissue, where as the adjacent infarcted area also shows 
focal positivity (H&E-200X).BMC Clinical Pathology 2005, 5:11 http://www.biomedcentral.com/1472-6890/5/11
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malignant lymphoma in the follow-up period within 2
years of the lymph-node infarction.
On analyzing other cases in the literature these authors
also confirmed that a minority (26 of 81) have developed
malignant lymphoma, which appeared within 2 years of
infarction. Therefore, a thorough examination of both the
infarcted lymph nodes and others resected at the same
time is mandatory in order to exclude concomitant or
underlying malignant lymphoma. The risk of develop-
ment of malignant lymphoma after infarction was found
to be negligible after two years [15].
Conclusion
We report a very unusual case of lymph node infarction
associated with disseminated intra-vascular coagulation
in dengue fever not yet reported in the literature. The sim-
ple reason may be that usually lymph nodes are not sam-
pled in DIC. However, any infarcted lymph node should
be eyed with suspicion especially when it is enlarged in
size. Multiple deeper sections and immunohistochemistry
may be very useful to unearth the underlying cause and
finally when the cause is not found out, these patients
should be followed up for a minimum of 2 years.
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